adrenal cysts, renal adenomas, dermoids, chronic abscesses, polycystic kidney and hydatid cyst -the diagnostic difficulty lies most commonly between benign cyst and malignant tumour. Hydatid cyst, which is the other frequently quoted cause of a calcified cyst, is rare in the kidney. It accounts for no more than 2% of all cases of hydatid, and of these only 15% calcify. A high proportion of these calcified lesions are avascular and a further number, e.g. adenomas and adrenal cysts, will only allow definitive diagnosis at operation.
In view of these investigative limitations and the high malignancy rate, surgical intervention is warranted in the majority of these cases following intravenous urography and ultrasound.
When a malignant tumour arises in association with a cyst, it is practically always found in the portion of the cyst wall adjacent to the renal parenchyma. This is consistent with Gibson's (1954) theory that the tumour arises in the parenchyma causing a cyst to form peripherally as a secondary event. In those cases where the wall is calcified and further the contents are haemorrhagic, a feature which by itself carries a 40% risk of malignancy, the operative treatment must be at least partial nephrectomy with a generous margin of parenchyma beyond the origin of the cyst, even if the rest of the kidney appears normal.
Extensive investigation of renal masses with peripheral calcification is often unrewarding. In any event these lesions have a greater than 50% chance of being malignant. These two factors argue for early exploration. Even if at operation the lesion appears to be a calcified cyst, partial nephrectomy should be considered because simple excision of the free cyst wall may leave behind that part of the cyst which most commonly bears the malignancy.
Acknowledgment: I am grateful to Mr P S Phatak for permission to report this case. A case of sarcoidosis is described in which hypopigmented patches de~eloped~n the. limbs. This unusual dermatological manifestation of sarcoidosis may be the first clinical feature of the condition.
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Case report
The patient was a 44-year-old West Indian who had lived in the United Kingdom since 1961. In May 1977 he presented with a three-month history of dyspnoea, dry cough, malaise and weight loss. Investigations revealed an elevated erythrocyte sedimentation rate, hypercalcaemia and a chest X-ray showed bilateral massive hilar lymphadenopathy with parenchymal infiltration. He was diagnosed as having sarcoidosis and treated with prednisolone (10-15 mg daily) which resulted in resolution of his symptoms and clearing of the radiological changes in the lung fields.
In February 1978, whilst still taking prednisolone, he developed hypo pigmented patches on the skin, initially over the thighs, but subsequently more extensively on the arms ( Figure  I ). The lesions appeared over a 3-month period and remained confined to the limbs, but were asymptomatic. Individual lesions were round or oval in shape and ranged in size from 0.2 em to 1.0 em in diameter. They were partially hypopigmented but with distinct margins. Although the majority were macular some lesions felt infiltrated. The skin changes have persisted and the patient has continued to take prednisolone with only minor alterations in dosage.
Since 1978 he has been asymptomatic and feeling well; however, his disease has continued to be active as evidenced by the development of splenomegaly and sarcoid retinopathy.
In 1980, biopsies of two representative skin lesions revealed typical sarcoidal granulomata in the dermis but the epidermis appeared normal (Figure 2 ). Portions of one specimen were cut into I mm cubes fixed in paraformaldehyde and processed for routine electron microscopy (Figures 3 and 4) . Figure 3 ) and showed cytoplasmic oedema. A degree of melanogenesis was, however, apparent.
Discussion
Hypopigmented macules in sarcoidosis were first reported by Maycock et al (1963) in black skins; since then there have been several reports of this dermatological manifestation of sarcoidosis in black skins (Kotler & Zui 1967 Cornelius et al. 1973 , Clayton et al. 1977 . The lesions, which occur predominantly on the limbs, are dermal nodules with surrounding hypopigmentation and macular hypopigmented areas. They may be tender but have no associated anaesthesia.
When such hypopigmented lesions arise in the presence of systemic sarcoidosis there may be no (Patterson & Fitzwater 1978) , and it is therefore necessary to consider other hypopigmentary dermatoses in the differential diagnosis (Table 1) . A history of previous inflammatory dermatoses (e.g. eczema, psoriasis, or lichen planus) should clarify the diagnosis of post-inflammatory hypopigmentation. Pityriasis lichenoides chronica may present with widespread hypopigmentation in dark skinned patients, especially marked on the proximal parts of the limbs and axillary folds; the clinical diagnosis may be clear only after repeated careful examination for the characteristic scaly papule (Clayton & Warin 1979) . The hypopigmented macules of mycosis fungoides are found on the trunk and limbs (Ryan et al. 1973) and may be the first evidence of disease (Smith & Samman 1978) .
After fading of a roseolar type of secondary syphilis, the lesions may leave depigmented spots on a hypopigmented background. In late pinta, the skin over bony: prominences and on the extensor aspects of the limbs may become mottled, with areas of hyper-and hypopigmentation.
The multiple, small, faintly pigmented macules of lepromatous leprosy are not anaesthetic and may be accompanied by small flesh coloured nodules and plaques; this diagnosis can be confirmed by making a skin smear which will reveal acid fast bacilli ·in the lepromatous macules.
Several chemicals cause depigmentation of the skin at the site of contact; however, whilst the backs of the hands, forearms and face are the most affected areas, new depigmented patches may develop without contact with the chemicals (Bleehen & Ebling 1979) .
. The lesions of idiopathic guttate hypomelanosis appear as white macules with irregular outlines about 2-6 mm in diameter on the exposed skin (Cummings & Cottell 1966) . Patches of vitiligo in the early stages may be incompletely depigmented, but the symmetrical areas of well demarked 0141-0768/81/120923-03/$01.00/0 depigmentation, sometimes with a margin of hyperpigmentation, are easily recognized.
Although the histology of the hypopigmented lesions may be nonspecific (Clayton et al. 1977) ,a biopsy of a sarcoidal hypopigmented macule will usually show dermal sarcoid granulomas, thus confirming the diagnosis. The cause of the degenerative changes in the melanocytes is unclear. Clayton et al. (1977) proposed a possible circulatory disturbance affecting the nutrition of the melanocytes. More recently Breathnach (1980) suggested that the changes might possibly be a fixation artefact. He also postulated that the mitochondria of melanocytes might be particularly susceptible to autolytic changes. Electron microscopy has not elucidated the cause of this fascinating phenomenon.
